Alcohol exposure during rapid brain growth causes cell loss, alters connections between brain regions, and decreases the production of brain chemicals responsible for the communication among neurons (1, 2) . Thus, it is reasonable to suggest that alcohol may adversely affect the development of the suprachiasmatic nucleus (SCN), the master circadian pacemaker. Adult rats exposed to alcohol during the early postnatal period-a critical period of brain development-exhibited a shortened circadian sleep-wake cycle (1). Other experimental and clinical studies have reported that prenatal exposure to alcohol results in sleep abnormalities (1, 3) .
Studies suggest that abnormalities in circadian rhythm are involved in the etiopathogenesis of seasonal affective disorder (SAD) (4, 5) . The phase-delay hypothesis of SAD postulates that some components of circadian rhythm are phase delayed relative to sleep in SAD. The photoperiod hypothesis of SAD suggests that the shortening of the photoperiodic environment during winter months triggers SAD. Some researchers have proposed that the pathophysiology of SAD is related to the changes in strength or precision of circadian rhythms.
Abnormalities of circadian rhythm have also been implicated in the etiopathogenesis of nonseasonal mood disorders (5-7 
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